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The Pathogenesis and Treatment of Alzheimers Disease: A
Review
Alzheimers disease (AD) is the most common neurodegenera-
tive disease, affecting about 8% of the population over 65 years
of age. The initial symptoms are characterized as a loss of recent
memory and disorientation. The course of the disease is progres-
sive without recovery or remission. Patients show cognitive
disturbances such as agnosia and apraxia, which aggravate their
ADL. Here, I review the clinical symptoms, brain pathology,
findings of brain imaging, pathogenesis, treatment and prevention
of AD, focusing on the pathogenesis and treatment. Although the
cause of AD has not been clarified yet, recent research findings
indicate that the accumulation of Amyloid beta peptide in the
brain may be the main cause of the disease. All trials of the drug
treatment to remove Amyloid beta peptide have ended in failure.
Recent studies (e.g. Nature) told us the possibilities that the drug
treatment could be effective if the drug were given to the
patients 20 years before the onset of the symptoms. Up to now,
drug treatment with anticholinesterase is the only method to
delay the progress of the disease with clinical evidence. To
prevent AD, large scale randomized controlled studies recommend
regular exercise and proper diet.
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を評価する VSRAD（Voxel based Regional




















































































































































排出された Aβ は可溶性 LRP１などの蛋白
質に結合し，最終的には網内系細胞などによっ
て処理され，肝臓，腎臓から排出される。LRP
１による Aβ の取り込みを ApoE４が阻害す
る。アルツハイマー型認知症患者では血管内
皮細胞の LRP１の発現が低下しており，さ
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